pulmonary disease and neoplasms vs biologic-naïve pts. Most biologic-failure pts (96.7%) had previously received ≥1 TNF inhibitor (TNFi): 48.7% had received 1 and 48.0% ≥2 TNFi; 56.6% had received ≥2 bDMARDs. The overall 2-year retention rate was 47.9% and was higher for biologic-naïve vs biologic-failure pts (54.5 vs 45.2%; p<0.001); the most common reasons for ABA discontinuation were inefficacy (61.4 vs 67.7%) and safety (21.3 vs 21.2%). In pts who discontinued ABA, 83.0% started a bDMARD ≤6 months after discontinuation (Table) , most commonly ABA IV. Mean (SD) days from stopping ABA to starting a bDMARD was similar for biologic-naïve (93.4 [51.3]) and biologic-failure pts (93.6 [48.0]). Among pts who restarted ABA, 62 (80.5%) biologic-naïve and 158 (85.0%) biologic-failure pts were considered to have discontinued as the time from last dose was >84 (IV) or >28 (SC) days, and thus were no longer temporary discontinuations, as predefined in the protocol. Three pts discontinued for bad compliance, 3 for lack of efficacy, 3 for remission/major improvement, 12 for safety and 15 for surgery. A good/moderate EULAR response was achieved by 76.7% of pts at the last follow-up before ABA discontinuation and 58.3% at ABA restart; mean (SD) DAS28 (CRP) was 3.2 (1.1) and 3.8 (1.4), respectively. Conclusions: Prior to abatacept treatment, over half of biologic-failure pts had received ≥2 bDMARDs and most had received a TNFi. After initial discontinuation (protocol defined), over one-third of pts restarted abatacept. Methods: An observational retrospective study was conducted, including all the consecutive patients with diagnosis of RA under rituximab, followed at our Rheumatology department. Demographic and clinical data were obtained by consulting the national database (Reuma.pt) and the analysis was limited until december 2016. RF, ACPA and IgG titres were evaluated at baseline. NK (CD56+CD16+) and B lymphocytes (CD19+) absolute counts were assessed by flow cytometry prior to the first RTX cycle and 6 M after. Clinical responses were assessed by DAS28 and EULAR criteria at 6, 12 and 18 M. Correlations were
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pulmonary disease and neoplasms vs biologic-naïve pts. Most biologic-failure pts (96.7%) had previously received ≥1 TNF inhibitor (TNFi): 48.7% had received 1 and 48.0% ≥2 TNFi; 56.6% had received ≥2 bDMARDs. The overall 2-year retention rate was 47.9% and was higher for biologic-naïve vs biologic-failure pts (54.5 vs 45.2%; p<0.001); the most common reasons for ABA discontinuation were inefficacy (61.4 vs 67.7%) and safety (21.3 vs 21.2%). In pts who discontinued ABA, 83.0% started a bDMARD ≤6 months after discontinuation (Table) , most commonly ABA IV. Mean (SD) days from stopping ABA to starting a bDMARD was similar for biologic-naïve (93.4 [51.3] ) and biologic-failure pts (93.6 [48.0] ). Among pts who restarted ABA, 62 (80.5%) biologic-naïve and 158 (85.0%) biologic-failure pts were considered to have discontinued as the time from last dose was >84 (IV) or >28 (SC) days, and thus were no longer temporary discontinuations, as predefined in the protocol. Three pts discontinued for bad compliance, 3 for lack of efficacy, 3 for remission/major improvement, 12 for safety and 15 for surgery. A good/moderate EULAR response was achieved by 76.7% of pts at the last follow-up before ABA discontinuation and 58.3% at ABA restart; mean (SD) DAS28 (CRP) was 3.2 (1.1) and 3.8 (1.4), respectively. Conclusions: Prior to abatacept treatment, over half of biologic-failure pts had received ≥2 bDMARDs and most had received a TNFi. After initial discontinuation (protocol defined), over one-third of pts restarted abatacept. Methods: An observational retrospective study was conducted, including all the consecutive patients with diagnosis of RA under rituximab, followed at our Rheumatology department. Demographic and clinical data were obtained by consulting the national database (Reuma.pt) and the analysis was limited until december 2016. RF, ACPA and IgG titres were evaluated at baseline. NK (CD56+CD16+) and B lymphocytes (CD19+) absolute counts were assessed by flow cytometry prior to the first RTX cycle and 6 M after. Clinical responses were assessed by DAS28 and EULAR criteria at 6, 12 and 18 M. Correlations were studied using Spearman coefficient analysis (SPSS 20.0). Significance level was set as 0.05. Results: We included 63 RA patients (81% of women), with a mean (SD) age of 61 (10) years and a mean disease duration of 19 (10) years, 86% RF-positive and 87% ACPA-positive. Bone erosions were present in 86% of the patients. At baseline, the mean DAS28 was 5.79 (1.55). Combination therapy with methotrexate or with others cDMARDs was used in 48% and 30% of the patients, respectively; RTX monotherapy in 22% of our sample. Thirty three patients were previously exposed to other biologics. The magnitude of response was greater in ACPA-positive vs ACPA-negative patients in terms of DAS28 variation at 6, 12 and 18M (medians of 1.09 vs -0.08; 2.03 vs 0.35 and 2.10 vs 0.19; p=0.029, p=0.039 and p=0.004, respectively), without significant differences between groups in terms of initial DAS28 (5.91 (1.60) vs 5.00 (0.90), p=0.051). The presence of ACPA was also significantly associated with EULAR response at 6, 12 and 18 M (64%, 75% and 85% in ACPA-positive patients vs 25%, 16% and 25% in ACPA-negative patients; p=0.034, p=0.010 and p=0.001, respectively). Outcomes did not differ according FR status. There were no associations between the values of FR, ACPA and IgG at baseline with the clinical response (DAS28 variation). CD19+ cells depletion occurred in all patients (mean of 146.4/mm 3 at baseline vs 10.6/mm 3 at 6M). An increase of peripheral NK cells was seen at 6M (mean 231mm/3 at baseline vs 289/mm 3 at 6 M). We only have found a positive correlation between NK cells number at baseline and DAS28 variation at 6 M (r=0.35, p=0.023). There were no associations between, neither NK cells, nor CD19 cells variations at 6M with clinical response to RTX. Conclusions: Our data suggest that ACPA seropositivity is associated with a better clinical response to RTX in RA patients. NK cells at baseline may be useful to identify early responders to RTX. Disclosure of Interest: None declared DOI: 10.1136/annrheumdis-2017-eular.4505
